ENDOCARDIAL fibroelastosis
of severe cardiac hypertrophy is being recognized with increasing The diagnosis can be suspected clin final confirmation must be made a This report describes an angioca sign that may be helpful in the a diagnosis of this entity and that rr to understand better its pathologic METHOD Four children were studied in whom form of primary endocardial fibroel diagnosed clinically. In one of these diagnosis was confirmed at autopsy. In the routine clinical and laboratory cardiac catheterization and selective ography were performed on the 4 pati( angiocardiograms were taken at 6 or 1 second after automatic injection at 5 K per cent sodium diprotrizoate (Mioko main pulmonary artery. Mechanical diastole were determined by inspecti' firmed by reference to simultaneous electrocardiograms.
RESULTS
The angiocardiograms in these pa endocardial fibroelastosis uniforn greatly diminished left ventricular ity. In angiocardiogram showed a poorly emptying, enlarged left ventricle with an unchanging contour ( fig. 3 ).
Case 4. M. G., a 6-month-old white boy, had cardiac enlargement on a roentgenogram taken because of "repeated colds, chest congestion, and rapid breathing." Examination revealed a rapid respiratory rate. Cardiomegaly was associated with a loud high-pitched apical systolic murmur, transmitted to the left axilla. Electrocardiographic findings consisted of left ventricular hypertrophy with inverted T waves over the left precordium. An enlarged left ventricle was the main cause of the cardiomegaly seen on the chest film. Findings on cardiac catheterization were elevated right ventricular pressure and low oxygen saturations consistent with decreased cardiac output. There was no evidence of a left-toright shunt (table 1) . The angiocardiogram demonstrated reduced but measurable systolic and diastolic variation in left ventricular volume (fig. 4) . DISCUSSION
The clinical aspects of endocardial fibroelastosis have been covered in an excellent extensive review of the subject by Dennis and coworkers.3 Suspected etiologic agents have been numerous4-'2 but the final result is a thickened endocardium that limits expansion and contraction of the ventricle. This splinting action leads to heart failure in most patients.
Others have described the radiologic picture" to consist of great cardiomegaly, predominantly of the left ventricle. On angiocardiography left ventricular enlargement and delayed systolic expulsion have been described. [14] [15] [16] [17] In our experience reciprocal atrial and ventricular filling is easily seen in normal patients ( fig. 5) 
